incision (Professor N L Browse). Subsequent recovery was uneventful and the patient remains well 10 months later. Discussion The splenic vein thrombosis in this patient probably followed the development of the pancreatic pseudo-cyst, although the initial presentation was with bleeding. No cesophageal varices were present, blood returning from the spleen by way of short gastric veins across the fundus of the stomach, and then by the left gastric vein to the portal vein. The collateral circulation through gastric varices was sufficient to prevent a significant rise in splenic pulp pressure. Although gastric varices were present and were probably the source of bleeding, this was never absolutely confirmed by endoscopy, angiography or operation. Opacification of the pancreatic tail at splenoportography (Fig 3) raises the intriguing possibility that the patient was bleeding into the pancreatic duct. This has been described (Bismuth et al. 1970 ).
It has been suggested (Trapnell 1971 , Lancet 1972 ) that operation will rarely benefit patients with pancreatitis who develop gastrointestinal bleeding. Though bleeding may occur from generalized gastric erosions, some patients bleed from ulcers, pseudo-cysts or varices (Marks et at. 1967 , Sarles & Gerolami-Santandrea 1972 . Partial or complete splenic vein obstruction is common in chronic pancreatitis (Hurwitz & Yesner 1952 , Rosch & Herfort 1961 , Leger et al. 1968 ) but resulting variceal bleeding is rare (Longstreth et al. 1971 Mr D D, aged 45 History: This patient had previously been fit apart from a six-month history suggestive of angina pectoris. In July 1972 he had chest discomfort and shortness of breath and was given oral tetracycline. After two days he developed frontal headache, a rash on his legs and noticed that his urine was dark. The following day he suffered further pain in the chest and left arm, and was admitted to hospital with a provisional diagnosis of myocardial infarction. He was found to be anmmic and icteric, but the ECG was normal.
During the next three days the anaemia and jaundice increased and at the same time he became drowsy and confused. On the third day after admission he had a lucid interval lasting 30 min, but this was followed by a grand mal convulsion, after which he remained unconscious. He was transferred to the Hammersmith Hospital the same day.
There was now a purpuric rash on the legs and he was bleeding from the mouth and venepuncture sites. He was pyrexial (104°F, 40°C) and tachypnceic (40/min); pulse 110, blood pressure 110/70. He was deeply unconscious with no response to painful stimuli, and was having frequent convulsions accompanied by extensor rigidity. There was no neck stiffness and the fundi and pupils were normal. Deep tendon reflexes were brisk and symmetrical with bilateral sustained ankle clonus and extensor plantar reflexes. In addition there were signs of a right upper lobe pneumonia. The diagnosis of thrombotic thrombocytopw,nic purpura (TTP) was made on the basis of thrombocytopaenic purpura, with neurological signs, renal failure, microangiopathic himolytic anaemia and pyrexia. Treatment and progress: Intravenous hydrocortisone 100 mg 6-hourly, commenced 12 hours before transfer, was continued. In addition heparin was given intravenously in a dose of 5000 units 6-hourly. The dose was subsequently adjusted to keep a plasma heparin level of 0.5-1.0 u/ml. In the first 8 hours the patient was transfused with 4 pints (2.3 1.) whole blood and one unit of plateletrich plasma. Ampicillin and cloxacillin were given intravenously for the respiratory infection. After 8 hours there was a striking improvement in the blood picture. Platelets reappeared on the blood film, and the plasma, which had been mahoganycoloured due to the high level of free henmoglobin, became pink.
The haemoglobin level improved initially, but fell after 4 days, when the patient developed persistent gastrointestinal bleeding necessitating further blood transfusion to a total of 13 pints (7.4 1.). The patient passed only 600 ml of dark brown urine in the first 24 hours despite intravenous frusemide 700 mg and mannitol infusion. He became totally anuric and peritoneal dialysis was started on Day 5 when the blood urea measured 300 mg/O00 ml.
For 8 days the patient remained deeply unconscious and in addition had frequent left-sided focal seizures which were controlled by intravenous diazepam. On Day 6 the hydrocortisone therapy was increased to 2 g daily to diminish cerebral aedema. A tracheostomy was performed on Day 11 to assist management of the developing chest infection. On Day 12 he began to move his limbs and responded to his name by turning his head. On the same day he was incontinent of urine. Neurological improvement continued over the next 7 days and was paralleled by recovery of renal function, with diuresis preceding recovery of tubular function.
Peritoneal dialysis and heparin therapy were discontinued on Day 17 and the steroid dosage was tailed off as recovery from the cerebral, renal and haematological abnormalities continued.
At discharge after 55 days neurological examination was completely normal except for a profound degree of retrograde amnesia, extending to 17 years before the illness. Three months after the illness the hemoglobin was 12.6 g/100 ml, platelets 194000/mm3, reticulocytes 1 %, blood urea 40 mg/100 ml, creatinine clearance 66 ml/ min, and there was no proteinuria. Blood pressure was 140/80.
Discussion
Thrombotic thrombocytopaenic purpura was first described by Moschcowtiz in 1925, and since then approximately 300 cases have been reported, with recovery in only 20 (Hill & Cooper 1968) . Death is usually due to hemorrhagic complications or to renal failure. The pathological lesions consist of hyaline thrombi of terminal arterioles and capillaries, occurring in a wide variety of tissues and organs. The thrombi are thought to be responsible for the microangiopathic anemia.
Their origin is obscure but current theories suggest that they are either due to a vasculitis, which may be immunologically mediated, or to intravascular coagulation by a mechanism analogous to the Schwartzman reaction.
A wide variety of treatments have been utilized, the most successful of which is probably splenectomy, and, although a high degree of selection is exercised since moribund patients are not normally suitable for operation, nevertheless striking remissions have been reported to follow the operation, with 11 survivors out of 38 cases so treated (Hill & Cooper 1968 , Amorosi & Ultmann 1966 .
Corticosteroids have been used either alone or in combination with other treatments in 18 of the survivors (Amorosi & Ultmann 1966) . However, their use in TTP is almost universal, and assessment of their contribution is accordingly difficult.
Heparin has been widely advocated on the basis that it may inhibit fibrin deposition, thus preventing vascular occlusion and limiting renal damage and haemolysis. Two survivors have received heparin and high dose corticosteroids (Bernstock & Hirson 1960 , Richardson & Smith 1968 ). In the present case, improvement in platelet count and plasma hemoglobin coincided with treatment with heparin and blood transfusion. Hydrocortisone given for 12 hours had failed to prevent the progression of hxemolysis and thrombocytopenia.
Renal failure is a common complication of TTP, and this case is notable for the degree of recovery which occurred. The patient was not known to have been hypotensive at any time, but the pattern of recovery suggested a significant degree of tubular damage. Persistence of retrograde amnesia is an unusual feature of this case and suggests a localized lesion, possibly of the mammillary bodies. Perhaps the most important lesson in this case is that it demonstrates that in TTP recovery may occur in spite of an apparently hopeless combination of cerebral and renal disease. Dr E C Gordon-Smith (Royal Postgraduate Medical School, London W12) said that the assessment of treatment in patients with thrombotic thrombocytopaenic purpura was very difficult. No consistent therapeutic regimie had been followed in any one centre and the rarity of the condition made a controlled trial impossible. However, the generally poor prognosis in this condition (Hill & Cooper 1968 ) made any recovered case of interest. In this particular case the introduction of heparin therapy had been followed by a fall in plasma hxmoglobin and a rise in platelet count before corticosteroids were given. A point of particular interest in this patient was that he had recovered despite very severe neurological and renal disorders.
The successful outcome in this case seemed to be related to the general medical management of renal failure and deep coma, the effect of heparin in raising the platelet count and stopping hemolysis. The role of corticocosteroids in the case was not clear. Mr David Negus (St Thomas' Hospital, London SEJ) asked Dr Gordon-Smith whether there was any evidence of an abnormal increase in platelet adhesiveness in these patients and whether there was any indication for treatment by drugs known to decrease platelet adhesiveness. Dr Gordon-Smith replied that there was no evidence that the platelet function of these patients was abnormal, but that Jobin & Delage (1970, Lancet ii, 208-210) had reported a patient with TTP who apparently responded to treatment with aspirin; this drug decreased platelet aggregation by collagen.
Extracranial Metastases from a Cerebellar Medulloblastoma T Bates FRCS (for R V Fiddian Mch FRCS) (Luton and Dunstable Hospital, Luton, LU4 ODZ) Mrs B J, aged 38 History: Presented in October 1966 with a fivemonth history of occipital headaches and more recent blurring of vision, unsteady gait and drowsiness. She was found to have papillcedema and signs of a right cerebellar tumour. This was removed at operation and histology showed a typical medulloblastoma. Postoperatively she was given radiotherapy (4100 rads to posterior fossa and 3100 rads to cranial contents). In May 1971 she returned with a painful retroperitoneal mass. At laparotomy this was found to be attached to 
